The management of mechanical complications which may accompany ileostomy has been well described (Warren and McKittrick, 1951; Lahey, 1951, i95oa, I95ob; Hardy et al., 1949;  Cave, I946; Cave and Nickel, I940 (Welch et al., 1937) .
Fixed base loss in ileostomy fluid in excess of fixed acids; replacement based on urinary chloride concentration (Coller and Maddock, 1940) .
Circulatory collapse due to greater loss of fixed base and risk of sodium depletion (Nadal et al., 1941; Randall et al., 1950) .
Salt depletion (Cave and Nickel, 1940; Cave, I946; Hardy et al., I949) .
Chloride depletion (Ferguson and Welty, 1947; Michael, 195 ) .
Potassium depletion in patients who have diarrhoea and intestinal fistulae (Darrow, 1945;  Blixenkrone-M1ller, I950; Lockwood and Randall, 1949) .
Depletion of potassium, water and sodium (Counsell and Goligher, 1952) .
Our experience has shown that on occasion sodium administration is essential in the aftertreatment of patients with ileostomies and evidence will be presented to show how the water and sodium depletion which may affect such patients may prove extremely serious and how they may be remedied.
Material and Methods
Five patients were studied, four suffering from ulcerative colitis and one from megacolon. Total colectomy with terminal ileostomy was performed in all five cases.
Urine was collected in 24-hour samples from 8 a.m. daily and was analyzed for sodium and potassium by an internal standard flame photometer and for chlorides by Sendroy's method as modified by van (Table 2 ). An E.C.G. on February 23 (Fig. 4) (Fig. 5) . In general, too, changes in the urinary sodium excretion also paralleled the changes in the amount of sodium given in addition to the standard diet (Fig. 6) the ileostomy during any one 24-hour period was 3,500 ml., less than the daily loss of 4 1. or more which has been observed by Warren and McKittrick (1951 (Marriott, 1951; Lockwood and Randall, 1949; Randall et al., 1950 It is important to remember that the sodium requirements of the body may differ from the chloride requirements (Gamble and Ross, 1924; Lockwood and Randall, 1949; Goldzieher and Stone, 1949) . Determination of the plasma sodium concentration is not infallible in detecting sodium deficits, for the plasma sodium concentration may be maintained at the expense of the plasma and extracellular fluid volumes (Gamble et al., 1923; Stewart and Rourke, I942). When large amounts of extracellular electrolyte (sodium) are lost there may, however, be no maintenance of plasma concentrations, as occurred in Case 3. The extracellular osmotic pressure is sacrificed but the volume of the total body water is maintained (Darrow and Yannet, 1935; McCance, 1936 Absorption of sodium by the bowel. Since the requirements of sodium salts by patients with ileostomy seemed to be very considerable, an attempt was made in Case 4 to assess the efficiency of sodium absorption by the bowel. If the absorption of sodium and chloride were impaired, the provision of additional sodium chloride by the oral route would lead to an increase in the volume of fluid lost from the ileostomy, since the fluid lost from intestinal fistulae or as a result of diarrhoea has a chloride content lower than plasma (Coller and Maddock, 1940) , and a sodium concentration equal to or less than that of plasma (Peters, I940) .
With the exception of the periods immediately after the three operations in Case 4, when sodium and chloride were normally retained, the amount of sodium excreted in the urine ran approximately parallel to that amount administered by mouth as sodium citrate or sodium chloride, which suggests that, in this case at least, there was no interference with sodium absorption.
Urine Na:Cl ratio. A low Na:Cl ratio in the urine occurs in patients in whom extrarenal losses of sodium are greater than those of chloride (Denton 'et al., 1951; Randall et al., 1950) . Administration of sodium citrate, as in Cases 4 and 5, will help to maintain a urinary Na:Cl ratio close to I, indicating that tosses of sodium in excess of chloride by routes other than urinary are being adequately replaced, and that there is little risk of disturbance of acid-base balance, although LeQuesne (1953) (Streeten, 1950) , and ileus, abdominal distension and vomiting feature among the symptoms of salt deficiency (McCance, 1936 
